expressed several neuronal and synaptic markers. Induced neurons were functional electrophysiologically, and established connections with hair cells and cochlear nucleus neurons in co-culture experiments. Furthermore, transcriptome analysis revealed similarities between the induced neurons and the endogenous auditory neurons. doi:10.1016/j.mod.2017.04.085
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Fgf10 immunodetection during retinoic acid induced ectopic hindlimb development and abnormal tail regeneration in tadpoles of polypedates maculatus Jutshina Hota, Pravati Kumari Mahapatra Utkal University, Bhubaneswar, India
Retinoids have teratogenic effect during development is a wellknown fact. Based on tail regeneration studies on anuran tadpoles of Uperedon systoma, a putative role of Retinoic Acid (RA) in development of several ectopic hindlimbs at the site of regenerating tail was further established as RA expression is a critical manifestation for limb bud initiation. Simultaneously, the epithelial-mesenchymal interactions a critical event prior to limb bud formation and the role of Fibroblast Growth Factor10 (FGF10) in modulating these interactions between the ectoderm and mesoderm cannot be overlooked in context to such ectopic limb development. Here, we aim to address the involvement of FGF10 through immunofluorescence localization during retinoic acid induced abnormal tail regeneration and ectopic hindlimb formation in the larvae of Indian tree frog, Polypedates maculatus. On treatment with 250ng/ml retinoic acid (RA) for 24 hours several hindlimbs with supernumerary digits were found to develop in the regenerating tail of P. maculatus tadpoles. Strong immunofluorescence was visualized in tissue regenerates 72 hours onwards where the regeneration was completely abnormal with more than one notochord having wavy appearance and a failed muscle organization. Clearly, the epithelial-mesenchymal boundary was found to be lacking. In fact, such region along with the mesenchymal cells that were found to be accumulated as a mass below the epithelial layer were immunopositive for FGF10. This seems to provide cue for the fact that mesenchymal cells being multipotent could be expressing FGF10 during retinoic acid induced regeneration. We hypothesize the involvement of FGF10 in ectopic limb bud initiation during RA mediated tail regeneration through our present study and suggest gene expression analysis as a future directive to advance our knowledge on the mechanism of how RA and FGF10, 8 and 4 work together to establish a limb field at the tail region, a classic example of homeotic transformation in vertebrates. Endothelial cells participate in the development of many organs, including the heart. Despite advances in our understanding of how cardiac coronary vasculature is formed in the embryo, translating this knowledge into protocols for coronary vasculature repair has proved difficult. We have observed that at E15.5-adult hearts all major coronary vasculature endothelium and sub-endothelial cells in transgenic mice expressing the green fluorescent protein (GFP) under a regulatory element of the Nestin gene are N-GFP+. When N-GFP+ cells were conditionally ablated, there is partial loss of colony forming unit-fibroblast (CFU-F) activity and concomitant defects in coronary vasculature with severe loss of both endothelial cells and pericytes in the developing heart. Long-term self-renewing CFU-Fs in the developing heart at E11.5-neonate were restricted to a Pdgfra+/N-GFP-cell population and showed trans-germ layer in vitro multipotency. By contrast Pdgfra+/N-GFP+ cells showed limited CFU-F self-renewal with only vascular-lineage in vitro differentiation. Freshly isolated E15.5 Pdgfra+/N-GFP-/CD31-/Pdgfrband Pdgfra+/N-GFP+/CD31-/Pdgfrb-cells were far more adept at forming vessel like structures in subcutaneous matrigel-plug assays than Pdgfra-/N-GFP-/CD31-/Pdgfrb-cells. These vessel-like structures had luminal cells, which expressed the endothelial marker CD31 and were enveloped by cells that expressed the pericyte marker, Pdgfrb. Pdgfra-/N-GFP+/CD31-/Pdgfrb-cells also formed vessel-like structures in matrigel, but these structures possessed only CD31 expressing endothelial cells and lacked Pdgfrb expressing pericytes. Cre mediated lineage tracing studies demonstrated that these cells originated from MesP1 precursors and were not derived from Wnt1 (neural crest) or Sox1 (neural epithelial) cells. The ability of various cell populations to contribute to coronary neovascularisation is being tested in a mouse ischemia-reperfusion myocardial infarct model. Taken together, we have identified novel populations of cardiac vascular stem-like cells in the developing heart. Characterising the regenerative capacity of these cells and unlocking Abstracts S48
